We have considered and ruled out the diagnosis of Fournier\'s gangrene (FG) in this case.

FG is defined as a life-threatening necrotizing fasciitis of the perineal, genital, and perianal regions, which leads to thrombosis of the small subcutaneous vessels and results in the development of gangrene of the overlying skin.\[[@ref1][@ref2]\] The basic pathological process in FG is necrotizing fasciitis, and infection in FG tends to spread along the fascial planes (Colles fascia, Scarpa fascia, Dartos fascia, and Buck fascia).\[[@ref3][@ref4]\] In 90% of cases of FG, the source of infection may be colorectal, urologic, or cutaneous.\[[@ref2][@ref5]\] The infection commonly starts as a cellulitis adjacent to the portal of entry, depending on the source of infection, commonly in the perineum or perianal region.\[[@ref4]\] Infection arising from the anal triangle can spread along the Colles fascia (superficial perineal fascia) and progress anteriorly along the Dartos fascia to involve the scrotum and penis.\[[@ref4][@ref6]\] The testes and epididymides are normal in FG as a result of deriving their blood supply from the testicular arteries, which originate directly from the aorta.\[[@ref4][@ref7]\] Involvement of the testis suggests retroperitoneal origin or spread of infection.\[[@ref4]\] Testicular necrosis in FG is an indicator of severe disease, as this points to retroperitoneal sepsis which causes thrombosis of the testicular blood vessels.\[[@ref8]\] Systemic findings in FG include leukocytosis, dehydration, tachycardia, thrombocytopenia, anemia, hypocalcemia, and hyperglycemia, and the patient also has pronounced systemic signs, usually out of proportion to the local extent of the disease.\[[@ref4][@ref5][@ref6]\] FG tends to be polymicrobial in nature with an average of more than three organisms cultured per patient.\[[@ref1][@ref2][@ref5][@ref6][@ref9][@ref10]\] Recently, scoring systems based on laboratory studies have been described to facilitate and expedite the diagnosis of necrotizing fasciitis.\[[@ref10]\] Wall and colleagues have found that patients with necrotizing infection had either a white blood cell count of 15,400 cells/mm^3^ or a sodium level of 135 mmol/l on admission to the hospital and these values had a 80% positive and negative predictive values.\[[@ref11]\] Wong and colleagues described a score that they called the "Laboratory Risk Indicator for Necrotizing Fasciitis," based on six variables \[C-reactive protein, WBC (cells/mm^3^), hemoglobin (g/dl), sodium (mmol/l), creatinine (mcg/l), glucose (mmol/l)\]. A score of 6 has a positive predictive value of 92% and a negative predictive value of 96% for necrotizing fasciitis.\[[@ref12]\] The diagnostic ultrasound findings consistent with necrotizing fasciitis include fascial and subcutaneous tissue thickening, abnormal fluid accumulation in the deep fascia layer, and, in advanced cases, subcutaneous air.\[[@ref13][@ref9]\] In FG, sonographic evaluation of the scrotum, scrotal contents, and surrounding structures shows a thickened and edematous scrotal wall, gas within the scrotal wall, peritesticular fluid, and the testes and epididymides of normal size and architecture.\[[@ref4][@ref6][@ref7][@ref14]\] The CT features of FG include soft-tissue thickening and inflammation, asymmetric fascial thickening, any coexisting fluid collection or abscess, fat stranding around the involved structures, and subcutaneous emphysema.\[[@ref4][@ref6]\] Literature reports suggest that MRI has a role in the diagnosis of necrotizing fasciitis. MRI has a sensitivity of 90-100%, but a specificity of only 50-85% for detecting necrotizing fasciitis, and findings that are specific include hyperintense signal on T2-weighted images at the deep fascia and within muscles and peripheral enhancement on contrast-enhanced T1-weighted images.\[[@ref10][@ref15]\]

Clinical diagnoses in FG are based on general appearance, medical history, physical examination, laboratory data, and signs and symptoms upon admission.\[[@ref7]\]

In our case, the primary pathology involved testis and epididymis with very small focal involvement of the deeper layers of scrotum adjacent to the right testis, with emphysematous changes. In all the previous cases reported, testicular involvement in FG was secondary to peritoneal and perineal infections and spread through fascia, which was not seen in our case. By definition, the basic pathological process in FG, i.e. necrotizing fasciitis, was absent in this case. No abdominal, perineal, or retroperitoneal infection was found in the present case. The superficial and deep perineal fascia including Colles fascia, Scarpa fascia, Dartos fascia, or Buck fascia, which are the paths of spread in FG, were normal. There were no systemic symptoms in the present case except for pyrexia and tachycardia and the clinical findings were limited to testis, epididymis, and small area of adjacent scrotal wall. Blood, urine, and postoperative specimen cultures were negative in this case. In our case, the lab findings showed a random blood sugar of 155 mg/dl, glycosylated hemoglobin of 7.4, leukocyte (WBC) count of 14,800 cells per mm^3^, and normal serum urea, creatinine, and electrolyte levels. Scoring systems based on laboratory studies were negative for necrotizing fasciitis in the present case. Laboratory Risk Indicator for Necrotizing Fasciitis in our case was zero. The imaging criteria diagnostic of FG in the perineum were not seen in the present case. The epididymis and testis were completely involved, and the CT and MR images show that the entire epididymis and testis were replaced by air \[Figure 4\] and \[Figure 5\]. The only subcutaneous pathology was focal in the deep layers of scrotum adjacent to the right testis and the superficial layers were spared \[Figure 4\]. Abdominal imaging in both CT and MRI was normal. Due to limitation in the number of images accepted by the journal and normalcy of findings, abdominal sections of the MDCT were not provided. MR images in the present case showed air in the right testis, epididymis, and scrotal wall, which was hypointense on all sequences suggestive of emphysematous epididymo-orchitis. We agree with the observation that MRI is time consuming and not required in all the cases. This was the first case of emphysematous epididymo-orchitis we encountered in our hospital. CT and MRI were done on the same day to confirm the diagnosis, see the extent of soft tissue involvement, and rule out FG. The patient was taken up for surgery on the same day evening.

Conclusion {#sec1-1}
==========

Based on the signs and symptoms upon admission, clinical features, pathological abnormality, laboratory data, radiological findings, and rapid response to the management, we ruled out the diagnosis of FG (necrotizing fasciitis) in the present case and we reaffirm the diagnosis of emphysematous epididymo-orchitis.
